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Abstract: Objective To study the expression of circular non-coding RNA gene PVT1 (circPVT1) in na-
sopharyngeal carcinoma tissues and its effect on the proliferation, metastasis and apoptosis of nasopharyngeal
carcinoma cells,and to explore its mechanism of action. Methods Real-time fluorescence quantitative PCR
(RT-qRCR) was used to detect the expression of circPVT1 in nasopharyngeal carcinoma tissues and sinusitis
tissue (control group). The nasopharyngeal carcinoma cell line HNE1 was cultured in vitro and divided into
control groups (transfected with negative control vector), circPVTI1 overexpression experimental group
(transfected with circPVT1 mimics) and circPVT1 interference experimental group (transfected with cir-
cPVT1 inhibitor). RT-qRCR was used to detect the transfection effect of circPVT1 mimics and circPVT1 in-
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hibitor. MTT experiment was used to analyze the effect of circPVT1 on the proliferation of nasopharyngeal
carcinoma cells. Transwell chamber experiment was used to analyze the effect of circPVT1 on the metastasis
of nasopharyngeal carcinoma cells. Flow cytometry was used to analyze the effect on the apoptosis of cir-
cPVTI1 on nasopharyngeal carcinoma. The influence of circPVT1 on the expression of PTEN-PI3K/AKT sig-
nal pathway was analyzed by Western blot. Results Compared with control group,the expression of circPVTI1
in nasopharyngeal carcinoma tissues was significantly up-regulated (P<Z0. 05). After transfection of circPVT1
mimic,the expression of circPVTI1 in the cells of the circPVT1 overexpression experimental group were in-
creased (P<C0. 05). After transfection of circPVT1 inhibitor, the expression of circPVT1 in the cells of the
circPVT]1 interference experimental group were decreased (P <C0. 05). Transfection of circPVT1 mimic signif-
icantly promoted the proliferation and metastasis of nasopharyngeal carcinoma cells,inhibited cell apoptosis,
reduced PTEN expression and increased PI3K/AKT phosphorylation (P<C0. 05). Transfection with circPVT1
inhibitor significantly inhibited the proliferation and metastasis of nasopharyngeal carcinoma cells, promoted cell ap-
optosiss,increased PTEN expression and decreased PISK/AKT phosphorylation (P <C0. 05). Conclusion The in-
creased expression of circPVTI1 in nasopharyngeal carcinoma can promote the proliferation and metastasis of
nasopharyngeal carcinoma cells and inhibit cell apoptosis,thereby participating in the development of nasopha-

ryngeal carcinoma through targeted regulation of the PTEN-PI3K/AKT signaling pathway. CircPVT1 may be

potential new targets for the treat-ment of nasopharyngeal carcinoma.
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